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isolated from medium signiﬁcantly increased (P <0.05). However, there were no
differences in the intracellular levels of miRNAs-25, 92a or 21 isolated from HUVEC
between TNF-a group and control group (P >0.05), while miRNA-106b even
decreased in TNF-a group (P <0.05).
Conclusions: Inﬂammation could induce endothelial cells to release multiple angio-
genesis- associated miRNAs into circulation, which might cause the deregulated levels
of circulating endothelial cells-derived miRNAs in atherosclerosis diseases.
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Objectives: In present study, we aimed to investigate the contribute of antibody of
recombinant thioredoxin peroxidase of Clonorchis sinensison on oxidative stress and
dysfunction during LPS-administrated Balb/c mice.
Methods: Healthy Male Balb/c were treated subcutaneously with 50ug rCsTPx three
times at an interval of two weeks to obtain anti-rCsTPx serum. To determine immune
response provoked by rCsTPx, we measured speciﬁc IgG values against rCsTPx in
sera of mice. Male Balb/c mice were randomed into 3 groups: Control group, LPS
group, anti-rCsTPx+LPS group. rCsTPx antibody was injected via caudal vein inre-
cipient rats 2h before LPS administration.72h mortality and microscopic changes were
evaluated. TUNEL and H&E staining were used to assess apoptosis and pathological
changes at different time points. The cardiac ATP content was assayed by high per-
formance liquid chromatography, the generation of reactive oxygen species (ROS)
was detected by laser confocal microscope, and the myocardial ultrastructures were
observed with transmission electron microscope to assess mitochondrial damage
score. The ventricular function was evaluated in mice by echocardiography.
Results: Anti-rCsTPx serum signiﬁcantly reduced the total mortality of septic mice,
alleviate the macroscopic and microscopic damages. The speciﬁc anti-rCsTPx serum
treatment could decrease plasma MDA level and SOD activity. Well-arranged mito-
chondrial alignment and morphology were observed with anti-rCsTPx intervention by
TEM. The score of mitochondrial injury was milder. Anti-rCsTPx attenuated oxida-
tive stress of myocardium and improved a state of myocardial dysfunction, charac-
terized by increased ejection fraction and end-systolic elastance.
Conclusions: Through regulating oxygen radical metabolism, anti-rCsTPx resum
could alleviate the injury to myocardial mitochondria structure and function injury as
induced by oxidative stress induced by LPS, thus restore LV function.
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Objectives: To elucidate the role of PNE on endothelial function in rat offspring and
the potential gender dependent differences of it, and to clarify whether these effects
persist into adult life.
Methods: 20 pregnant Sprague-Dawley rats were randomly divided into two groups:
PNE group and the normal control group. The rats were exposed to nicotine (8 mg/kg/
day) for PNE group or saline for the controls via subcutaneous osmotic mini-pumps
(2ML4) throughout the gestation. At age 5-month, offspring rats were intraperitoneal
anesthesia and their thoracic aorta and mesenteric arteries were sampled for analysis.
Vascular endothelial function was detected in the thoracic aorta and mesenteric ar-
teries with Power Lab data acquisition and analysis system. Pathomorphology changes
of aorta were determined by Hematoxylin-Eosin (HE) staining.
Results: There were no signiﬁcant differences of endothelium-dependent/ -independent
vasodilatation percentages in the thoracic aorta from offspring after exposure to Ach/SNP
between PNE and control group (all P> 0.05). Ach/SNP induced endothelium-depen-
dent/-independent vasodilatationpercentages inmesenteric arterywere signiﬁcantly lower
in PNE male offspring than those of controls (all P <0.05), while signiﬁcantly higher in
PNE female (all P<0.05). The uneven lumen, degenerated and partial loss of endothelial
cells, thickened intima, markedly atrophied medial smooth muscle and disorganized
elasticﬁberwere found in the thoracic aorta fromPNEoffspring byHE staining.However,
the above pathological changes were not found in the controls.
Conclusions: PNE can affect mesenteric artery endothelium-dependent/ -independent
vasodilation in 5-month-old rats offspring with a gender dependent charecter, indi-
cating that endothelial dysfunction induced by PNE initiates in medium-size muscu-
larartery and persists into adult life, and is more susceptible in the male offsprings than
females. Additionally, PNE also causes thoracic aorta intimal and medial pathologic
structural damages in 5-month-old offspring, suggesting that PNE not only induces
vascular dysfunction but also leads to pathological structure changes.
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potential gender dependent differences of it, and to clarify whether these effects persist
into adult life.
Methods: 20 pregnant Sprague-Dawley rats were randomly divided into two groups:
PNE group and the normal control group. The rats were exposed to nicotine (8 mg/kg/
day) for PNE group or saline for the controls via subcutaneous osmotic mini-pumps
(2ML4) throughout the gestation. At age 5-month, offspring rats were intraperitoneal
anesthesia and their thoracic aorta and mesenteric arteries, hearts, lungs, livers,
kidneys, pancreas and blood were sampled for analysis. Serum IGF-1, IGF-2, IGFBP-
1, IGFBP-2 and IGFBP-3 levels were measured by enzyme-linked immunosorbnent
assay (ELISA). Pathomorphology changes of aorta, heart, lung, liver, kidney and
pancreas were determined by Hematoxylin-Eosin (HE) staining and the protein
expressions of IGF-1, IGF-1R, IGF-2, IGFBP-1, IGFBP-2 and IGFBP-3 in the above-
mentioned tissues were examined by immunohistochemistry staining.
Results: Serum IGFBP-3 levels were signiﬁcantly declined in female PNE offspring
as compared with the controls (P <0.05), but not in the male PNE offspring (P> 0.05).
Moreover, there were no signiﬁcant difference of serum IGF-1, IGF-2, IGFBP-1 and
IGFBP-2 levels between PNE and control group (all P> 0.05). In the samples of
normal control offsprings, the expressions of IGF-1, IGF-1R, IGF-2, IGFBP-1,
IGFBP-2 and IGFBP-3 were expressed strongly in the kidneys from male controls
(+++), whereas weakly in female ones ( w +). However, their expressions were
down-regulated in male PNE offsprings (+ w ++) and up-regulated in female (+ w
++) as compared with controls. The expression of IGF-1, IGF-1R, IGF-2, IGFBP-1,
IGFBP-2 and IGFBP-3 were weak ( w +) in liver from normal controls, and up-
regulated in PNE offsprings (+++). There was marginal expression () in small
arteries surround Alveolar interstitium from PNE offsprings, but not in the controls.
While in organs or tissues of pancreas, heart and thoracic aorta, all of the above IGFs
were not expressed both in PNE and control group.
Conclusions: PNE down-regulates serum IGFBP-3 levels in 5-month old female
offspring rats, and causes abnormal tissue-speciﬁc expression of IGFs and IGFBPs in
the offsprings. Their expressions in kidneys are different between male and female
offsprings. The regulation of offspring IGFs axis by PNE can persist into adult life.
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Objectives: To assess the effects of exogenousCyclin-A2 with Fibrin glue in vivo
post MI.
Methods: Seventy-two male Sprague Dawleyrats were randomly divided into six
groups: Sham (n¼12); MI+PBS (n¼12); MI+GFP (n¼12); MI+Fibrin (n¼12);
MI+AAV9Cyclin-A2 (n¼12); MI+Fibrin +AAV-9Cyclin-A2 (n¼12). 51011 genome
copies in PBS or Fibrin were injected into the infarcted myocardium at three different
points around the infarcted regions. Echocardiography was performed to assess the left
ventricular function. The hearts of each group were harvested four weeks post MI to
assess gene expression, apoptosis, vascular density, infarct areaby Western Blot,
immunohistochemistry and Masson Triple Stain.
Results: The Western Blot expression of Cyclin A2 and PCNA were signiﬁcantly
higher in MI+Fibrin +AAV-9Cyclin-A2 than those found in two other control groups
(MI+AAV9Cyclin-A2 and MI+Fibrin) (P< 0.01). However, mitosis speciﬁc protein,
H3P and Aurora B had no statistical difference among six groups (F¼5,P>0.05).
Strikingly, sequential delivery of AAV9Cyclin-A2 increased EF compared with PBS
alone (F¼18,P<0.05) or Fibrin blank (F¼32,P<0.01), but no signiﬁcant difference in
the LVESD was observed between the six groups. Meanwhile, the values of EF were:
Sham (82.812.37) %;MI+PBS (38.784.59) %;MI+GFP (38.784.59) %; MI+Fi-
brin (56.884.07) %; MI+AAV9Cyclin-A2 (70.573.76) %; MI+Fibrin +AAV-
9Cyclin-A2 (75.374.69) % respectively. Comparing with other groups, ﬁbrosis and
the infarct size signiﬁcantly decreased in MI+Fibrin +AAV-9Cyclin-Agroup. Vascular
density were signiﬁcantly higher in MI+Fibrin +AAV-9Cyclin-A2group except the
Sham group than other four groups.
Conclusions: AAV9Cyclin-A2 with Fibrin serve as a new approach in cardiac
remodeling as well as promoting cardiomyocytes regeneration and vascular density.
This new method paves the way for novel interventional approaches to myocardial
repair, using both Adeno-associated virus and matrices.
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Objectives: Arrhythmogenic right ventricular dysplasia/cardiomyopathy (ARVD/C)
is an inherited myocardial disease characterized histopathologically by ﬁbro-fatty
myocardial replacement. The identiﬁcation of causative mutations in desmosomal
genes has fostered the view that ARVD/C is a disorder of the desmosome. We
revealed the mutation rate of ﬁve desmosomal genes in ARVC patients whoer 16–19, 2014 j GW-ICC Abstracts/Basic and Translational Medicine
